Context
This study was published in the same issue of The NEJM as the similar study by The Hypothermia After Cardiac Arrest Study Group. Like the Study Group investigators, Bernard et al point out that induced hypothermia has been shown to exert cerebral protective effects during and after cardiac arrest, both in animal models and uncontrolled human trials. The authors conducted a randomized human trial of induced hypothermia following successfully resucitated cardiac arrest.
Significant findings
The authors studied 77 patients who sustained a cardiac arrest secondary to ventricular fibrillation and were successfully resucitated, but remained comatose. Patients were randomized to standard intensive care support or induced hypothermia. Cooling was achieved by applying ice packs, initiated in the field by paramedics. The primary endpoint was "good outcome" defined as survival to hospital discharge with neurologic function adequate to allow discharge to home or a rehabilitation facility. 43 patients were randomized to the hypothermia group, with 21 (43%) having a good outcome. 33 were randomized to standard support, with only 9 having a good outcome (26%), (OR=5.25,CI=1.47-18.76, p=.011). Hypothermia was associated with a lower cardiac index and hyperglycemia. The authors conclude induced hypothermia after ventricular fibrillation cardiac arrest improves outcomes.
Comments
This study is similar in design albeit smaller than the study performed by the "Hypothermia After Cardiac Arrest Study Group". The results also show a beneficial effect of hypothermia, thus the two studies tend to reinforce each other. What is of interest is that in this study hypothermia resulted in lower cardiac index (with potentially decreased cerbral perfusion) and hyperglycemia both of which may be independently associated with worsened neurologic injury. In spite of this the hypothermia seemed to be protective. In would be interesting to see if other studies show similar results, and if measures to simultaneously improve cardiac index and/or tightly control blood sugar would further increase the cerebral protective effects of hypothermia after cardiac arrest. The specifics of the timing and duration of hypothermia vary somewhat in comparison to the study performed by the "Hypothermia in Cardiac Arrest Study Group". The details of the optimal approach to inducing and maintaining hypothermia post cardiac arrest remain to be worked out in further studies.
Methods

